conditions collaborate, the fat is stored, and not oxydised. It might be mentioned here that on the other hand cases have been observed with a.high cholesterol content. (about 1000 mgm. per cent., the normal being 150-200 mgm. per cent.), this feature being of long duration, and yet without the appearance of a fatty corneal.deposit.
A lipoidal corneal arc, however, can be produced in the rabbit by feeding it on cholesterol in olive oil. This, arc is very similar, but not quite identical, with the senile arc. Sometimes .the eye of a rabbit fed in this way shows in addition to the arc a diffuse fatty dystrdphy (sklerokeratitis lipoides, Loewenstein, 1942) . It will be recalled also that fatty changes are observed in corneal tissue of reduced vitality. Kerato-malacia is an instance, another being the fatty infiltration found in eyes debilitated by scars or nflammation. These changes are explained as being due to defective local oxydising power of the cornea.
The study of fatty changes in the cornea has taught us to distinguish between primary and secondary dystrophies. In a primary fatty dystrophy we witness the appearance of fat in a cornea which careful clinical examination by all the 'methods at our disposal, reveals to be otherwise normal. In a secondary dystrophy signs of disease or injury in the eye are observed to account for the appearance of the visible fat. In cases of primary symmetrical fatty corntal dystrophy both eyes are impaired, not inflamed, the corneal epithelium is undisturbed, the parenchyma is usually more or less diffusely opaque with distinct greyish-white spots. In some cases the spots coalesce to form a homogeneous yellowish white mass. No vascularisation is observed or secondarily only, due to a foreign body reaction. Twelve History M. M., female, single, age 35 years, came for eye examination, with the complaint of difficulty in vision for near work. She was well-built, but of delicate appearance, and there 'was an obvious right lobe goitre swelling. Unaided superficial examination of the eyes showed a generalised ' cloudiness" of both corneae. Her family history revealed nothing thatasMsted in forming an estimate as to the -probable cause of her eye condition.-'She has indoor work in an office. The patient herself had been-in good health, until about twenty years of age. when she began to have kidney trouble. Later on she noticed the thyroid swrelling. Shortly before coming for eye examination she had had a long period in bed with kidney disease. She stated that she felt far from well, and was tired and breathless. Her general symptoms indicated failing cardiac and kidney competence.
Bulbi-both slightly exophthalmic in an equal degree. (Fig. 1) . The lucid interval between arch and sclera is slightly hazy. The arcus lipoid can Be dissolved at the narrow slit and high power into coarse grey granules and fades towards the centre of the cornea. The peripheral margin of the arc (Fig. 2) , is very irregular and reminds one of the ice lumps of the cinguliform dystrophy. The whole cornea is equally infiltrated by very small greyish-white dots. They stretch from the subepithelial level (Fig. 3) The increased blood fat alone cannot cause the fatty dystrophy, as the highest degree of lipaemia in diabetes, with tremendous fat masses in the blood serum doespot provoke, as far as we know, the fatty corneal changes. We assume that it is the long lasting lipaemia which allows the fatty infiltration. There is a second supposition possible, namely, that a lower local corneal metabolism, a-deficiency in its oxydising power, arises from altered endocrine influence. Admittedly we have noo proof for this supposition except for the struma and the exophthalmos. No basal metabolism was done'due to the lack of collaboration on the part of the patient.
We would call attention to the strange kind of corneal lipoidal arc. -Its peripheral margin is like broken ice, sub-epithelial. Fractured plates correspond to calcareous incrustation in Bowman's membrane, and remind us of cinguliform corneal degeneration. The lucid interval is very irregular.
We fortned the impression that cgrneal metabolism was severely damaged by an unknown cause. It is not impossible that it was due to the continuous over-flooding of the peripheral corneal tissue with fat rich plasma. The 
